In previous studies (1-4), we demonstrated that the butanol extracts from myelin fragments possessed high selectivity and specificity for 5-HT binding, and that these extracts contained basic proteins, DM-20 and proteolipid protein. We also found that the recon stituted system with crude basic proteins and lipids from myelin showed a saturable binding capacity for 5-HT (3). Basic proteins are one of the main structural proteins of myelin and induce an autoimmune disease, i.e., experimental allergic encephalomyelitis. For the subcellular distribution of basic proteins, it has been reported that these proteins are mainly located in myelin rather than other subcellular organelles, e.g., mitochondria, microsomes, synaptosomes, etc. (5). To obtain more detailed information on the interaction between basic proteins and 5-HT binding affinity, we planned experiments in which 5-HT bound to the butanol extracts from mitochondria.
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Male Wistar rats (150-200 g) were decapitated and the brain stems removed. The myelin and mitochondria-rich fractions were isolated from the homogenate (l0 in 0.32 M sucrose) by the method of Whittaker et al. (6) and purity of both fractions was examined by electron microscopy (7) . The resultant pellet of mitochondria fraction was suspended in 50'1' sucrose (2 ml/g stem) and extracted with 10 vol. of water-saturated butanol for 2 hr at room temperature. The butanol phase thus obtained was concentrated under N. at 38'C to about 1/20 of its original volume (total extracts=TE).
Binding experiments of C14-5-HT (48.54 mCi/mmol, New England Nuclear) and displacement studies with an excess of cold 5-HT were performed by Sephadex LH20 column chromatography as described previously (2) . Protein and lipid phosphorus was assayed using the method of Lees and Paxman (8) and Chen et al. (9), respectively. Radioactivity was counted in a toluene/Triton X-100 emulsion phosphor. Extracts of myelin and mitochondria with 0.1 N HCl were prepared by the method of Martenson et al. (5) . SDS-urea polyacrylamide gel electrophoresis was carried out according to the method of Chan and Lees (10) . Amino acid analysis was carried out using a Hitachi 835 automatic amino acid analyzer. Samples of protein were hydrolysed in 6 N HCl at 110°C for 18 hr (11). From the studies on the acid extracts of subcellular fractions isolated from rat brain (5), it has been reported that only those of myelin contained significant amounts of highly basic proteins, but detailed information was not presented. In a preliminary series, we undertook the SDS-urea gel electrophoresis and amino acid analysis of acid extracts of myelin and mitochondria. Gel electrophoresis revealed that the extracts of mitochondria also contained a light band (band B) which has the same migration as that of myelin basic proteins (band A). However, the results of amino acid analysis (Table 1) indicated that band A contained approx. 23 moles of total basic residues and 14 moles of total acidic residues, whereas value of band B was 15 and 21 moles, respectively. Both values of total basic and acidic residues of band A are in good agreement with the report of Martenson et al. (12) . These results clearly demonstrate the lack of encephalitogenic basic proteins in mitochondria. From these observations it is plausible that the 5-HT binding affinity may play a role in the encephalitogenic activity of myelin basic proteins. Carnegie (13) also proposed specific interaction of myelin basic proteins with 5-HT as receptor and encephalitogenic proteins.
